T HE PURPOSE of this report is to describe two cases of a relatively rare and obscure endomyocardial affection, occurring in young adults, which appears to stem from varying degrees of endocardial thickening. This type of pathologic lesion gives rise to a fairly definite clinical picture, which, while nonspecific, is nevertheless to be considered in cases of atypical subacute to chronic myocardial failure in the absence of demonstrable coronary or valvular disease, either clinically or at autopsy. The lesion consists of collagenous thickening of the subendocardial connective tissue with superimposed ulceration of the overlying endocardium. This is followed by a florid proliferation of the subendocardial connective tissue into the trabeculae carneae and along the vascular septa of the myocardium, with eventual mural thrombus formation and its sequelae of peripheral embolization.
CASE REPORTS Case 1.
A 34 year old white man was admitted to Murphy General Hospital on July 28, 1948, with shortness of breath on exertion, weakness, nocturnal dyspnea, weight loss, and pain in the paraumbilical region of the abdomen occurring two to three hours after meals.
At the age of 12, cervical lymph nodes on the left side had been removed for "swelling." The diagnosis on the removed nodes is not known. No further lymphadenopathy was noted. In 1946 he first complained of recurrent abdominal pain following meals and the diagnosis of duodenal ulcer was made. He received treatment for this condition and was again admitted to the hospital in 1947. Electrocardiograms taken at that time were abnormal, but no definitive diagnosis of heart disease was made. On further questioning, the patient stated that he had been told in 1942 that he had "heart disease" but did not know what diagnosis had been made.
There was no past history of rheumatic fever or syphilis.
From 1946, the symptoms of chronic cardiac failure became progressively worse.
Physical examination, on admission, revealed a pulse rate of 132, blood pressure 90/70, and no dyspnea at rest. The heart was enlarged to the left, and to a lesser extent to the right. The pulse was weak, threadlike, and gallop rhythm was heard at the apex. No murmurs or friction rubs were observed. The lungs were clear, and there was no fluid in the abdomen. The liver edge was palpable below the right costal margin. The remainder of the physical examination was noncontributory. Fluoroscopy of the heart on July 29, 1948, was considered fairly characteristic of pericardial effusion. His admission electrocardiogram showed marked left axis deviation and inversion of all T waves. This was almost identical to the electrocardiographic findings six months earlier. The initial impression was pericardial effusion, probably of a tuberculous nature. Later electrocardiograms taken Sept. 20, 1948 disclosed findings consistent with pericarditis ( fig. 1 ).
The laboratory findings on admission showed a hemoglobin of 80 per cent, a white blood cell count of 10,700 with a normal differential, hematocrit of 43, and a sedimentation rate of 24 mm. in one hour. Urinalvsis showed a specific gravity of 1.028 and a trace of albumin. It was otherwise normal. Serology was negative. Repeated sputum examinations for tubercle bacilli were negative. The total protein was 5.3 mg. per cent. Chest roentgenologic examination in August 1948, revealed an enlarged heart with evidence of right lower lobe pneumonia. On Feb. 4, 1949, there were scattered areas of pneumonic infiltration in both lower lobes with the possibility of superimposed pulmonary infarction.
The clinical findings, together with a history of cervical adenopathy in childhood, a positive tuberculin test, and slight apical infiltrations by x-ray examination, led to the institution of streptomycin therapy on the basis of a probable tuberculous pericarditis. This therapy, however, did not alter the course of the disease, and despite digitalis and supportive measures, the patient failed to improve. There were recurrent acute attacks of dyspnea and Ctirculation, Volume VII, April, 1,95.3 tachycardia. His pulse rate varied from 80 to 160 during the hospital course, with average rates of 100 to 120. On Jan. 25, 1949, clinical thrombophlebitis involving the right leg was discovered. The prothrombin time was markedly prolonged, being only 16.4 per cent of normal, and anticoagulant therapy was begun cautiously and then stopped because of apparent liver damage. Repeated prothrombin times were essentially the same, and the patient evidenced clinical jaundice for the first time on Jan. 30, 1949. The liver was tender and extended four finger breadths below the right costal few small ecchymoses. Chest examination revealed a few moist rales at the bases, and the heart was slightly enlarged to the left. The sounds were fairly sharp with a gallop rhythm heard best at the apex. No murmurs were noted. There was generalized abdominal tenderness and slight distention. The liver was palpable two finger breadths below the right costal margin. The penis was edematous, and there was 4 plus pitting edema as high as the knees and to a lesser extent over the thighs and abdomen.
He was placed on oxygen, digitoxin, and Mercuhydrin therapy, but failed to respond. 20 and 30 years. I.n Davies'4 series, death occurred most commonly in adolescence and early adulthood. Sex appears to be of little importance. These patients present clinically a rapid, weak pulse. In our second case the pulse rate was unobtainable at a stage during which the apical rate was 136. The blood pressure is low-normal, or occasionally unobtainable. Hypertension was not encountered in our cases, and other reports seem to agree with this observation.
Rather marked disturbances of cardiac rhythm. including gallop, are common. The electrocardiogram is abnormal but not diagnostic. The course, if uncomplicated, is afebrile.
In case 1 slight temperature rises were noted, which were explainable on the basis of a transient bronchopneumonia, pulmonary infarction, and thrombophlebitis. Clinically, the hearts, both by physical and x-ray examination, show enlargement usually to the left, but 500 right-sided enlargement may also be seen. The findings on physical examination are those usually encountered in cases of myocardial failure and are related to the duration of the illness as well as to the extent of the pathology found at autopsy. Any bizarre manifestations of the diseased endocardium may be observed, including embolic accidents involving any of the viscera or extremities. Again, secondary thrombophlebitis following bed rest, with subsequent pulmonary embolism, may occur (case 1). SUMARiO EsPAROL Se discute una condicion rara que generalmente ocurre en adultos jovenes y puede simular enfermedad de las coronarias. Los pacientes son afebriles, la presion arterial es baja, el pulso es debil ligero y con marcadas irregularidades en ritmo cardiaco. La condici6n no responde a tratamiento y los pacientes pueden sobrevivir ataques iniciales solo para sucumbir en una recaida. En las porciones del endocardio no envueltas por trombos murales hay espesamiento subendocardial colagenizado desprovisto de tejido elhstico. La etiologia es desconocida.
